INTRODUCTION
Peptic ulcer (PU) is a chronic development which is characterized by an imbalance between the factors (aggressive and defensive) that are harmful to the mucosa and its protection, finally occurrence of lesions on the lining of upper digestive tract. [1] The aggressive factors include acid, pepsin, nonsteroidal anti-inflammatory drugs (NSAIDs) and Helicobacter pylori (H. pylori) whereas defensive factors include bicarbonates, mucus, mucus blood flow, and prostaglandins (PGs). [2] PU is also a group of disorders characterized by the presence of ulcers in any portion of gastrointestinal tract (GIT) exposed to acid in sufficient concentration and duration; such type of ulcerations most commonly occur in the stomach (gastric ulcer) or small intestine (duodenal ulcer [DU] ). [3] Gastric ulcer is a deep lesion penetrating through the entire thickness of the GI mucosa and muscularis mucosa. [4] One of the theories was attributed to PU, to increase the acidity of gastric juices due to disturbances in vagal control. [5] Perforation is one of the major complications in PU. The lifetime prevalence of perforation in patients with PU is about 5%. Perforation is often the first sign of PU disease. It is located in the lesser curvature of the stomach or on the anterior surface of the duodenum. [6] [7] [8] [9] A study involving 84 patients suffering from perforated PU (PPU) reported severe epigastric pain (97.6%), abdominal distention (76.2%) and vomiting (36.9%). Abdominal tenderness and classical signs of peritonitis could be elicited in 88.1% and 66.7% of the patients, respectively, with PPU in this study. Other symptoms included nausea (35.7%), severe dyspepsia (33.3%), constipation (29.8%) and fever (21.4%) . In our experience of managing 332 patients with PPU, the most common symptom was acute onset of abdominal pain (61.7%). A recent study in Taiwan has shown that patients with PPU were more likely to present to emergency room on weekends and this needs to be validated. [10] [11] [12] 
EPIDEMIOLOGY
The prevalence differs in the world population between the duodenal and gastric ulcers and the mean age of people with the disease is between 30 and 60 years, but it can happen in any age. Cosmopolitan difference has also been observed, and DUs are found to be rare in African people, but in the United States, the incidence is the same for all people. Regarding gender, there is a predominance of ulcers in males. [13] Approximately 500,000 persons develop PU in the United States each year. In 70% of patients, it occurs between the ages of 25 and 64 years. [14] The annual direct and indirect health-care costs of the disease are estimated at about $10 billion. [15] The differences in the prevalence of PU are existing in different parts of India, [16] [17] [18] [19] and PU is different from the disease in the West in being less acute and less likely to bleed or perforate. [20] On behalf of the clinical survey studied which has been done in North India, it has been concluded that PU and H. pylori have occurred frequently in this part of the country and PU was more prevalent in the elderly and dyspeptic patients. H. pylori was not concerned with dyspepsia and there was a low prevalence of PU in asymptomatic H. pylori-infected persons in this community. However, with an increase in elderly population in India, the number of PU patients is growing nowadays; the incidence of PU is increasing possibly as a result of unbalanced lifestyle, late to rise, alcohol and smoking, excessive intake of spicy food, personal hygiene etc. [21] 
GASTRIC ANATOMY OR ANATOMY OF STOMACH
The stomach is the first intra-abdominal part of the GI or digestive tract. It is a muscular, highly vascular, bag-shaped organ that is distensible and may take varying shapes, depending on the build and posture of the person and the state of fullness of the organ. [22] The stomach lies in the left upper quadrant of the abdomen. [23] The stomach is a muscular, sac-like organ in the upper area of the abdomen. It is part of the digestive system. The stomach connects the esophagus to the duodenum, the first part of the small intestine. Since a meal can be eaten much more quickly than the intestines can digest and absorb it, one of the functions of the stomach is to serve as a mixing chamber and holding reservoir. At appropriate intervals after food is ingested, the stomach forces a small quantity of material into the first portion of the small intestine. [24] The stomach is divided into three regions: the fundus, the body and the antrum. At the distal end of the pyloric antrum is the pyloric sphincter, guarding the opening between the stomach and the duodenum. When the stomach is inactive, the pyloric sphincter is relaxed and open, and when the stomach contains food, the sphincter is closed. [25] Histologically, the stomach wall is divided into five layers. From superficial to deep, there is the serosa (peritoneum), the subserosa, muscularis externa, submucosa, and mucosa. The muscularis externa consists of an external longitudinal, a middle circular, and an inner oblique layer. The submucosa consists of loose connective tissue with large blood vessels. The mucosa lines the stomach cavity. It consists of an about 1-mm high single-layer columnar epithelium which is covered by a 100-200 µm thick mucus carpet. Further, gastric foveolae (at which ends the gastric glands sit) extend up to the muscularis mucosa. The tubular glands are formed by different exocrine cells which secrete various substances -depending on the part of the stomach. [26] Endoscopic ultrasonography (EUS) is a newer technical tool for evaluating stomach in the diagnosis and staging of early gastric cancer. [27, 28] 
NORMAL PHYSIOLOGY OF GASTRIC ACID SECRETION
Gastric acid secretion is a complex, continuous process in which multiple central and peripheral factors contribute to a common end point: the secretion of H + by parietal cells. Neuronal (acetylcholine), paracrine (histamine), and endocrine (gastrin) factors all regulate acid secretion. Their specific receptors (Acetylcholine, histamine and cholecystokinin B receptors respectively) are present on the basolateral membrane of parietal cells in the body and fundus of the stomach. [29] The regulation of acid and pepsin secretion reflects an intricate balance of chemo transmitters delivered to the gastric mucosa by several pathways that mediate both stimulatory and inhibitory mechanisms. [30] There are three phases in the secretion of gastric acid; [31] the cephalic phase: 30% of the total gastric acid to be produced is stimulated by anticipation of eating and the smell or taste of food.
The gastric phase: 60% of the acid secreted is stimulated by the distention of the stomach with food. The digestion produces Environmental Disease | Volume 2 | Issue 3 | July-September 2017 proteins, which causes even more gastrin production. The intestinal phase: the remaining 10% of acid is secreted when chime enters the small intestine and is stimulated by small intestine distention. [32] Stomach secretes about 2.5 L of gastric juice daily. The primary exocrine secretions are pepsinogens, from the chief or peptic cells, and hydrochloric acid and intrinsic factor from the parietal or oxyntic cells. [33] Men secrete more acid than women. This can be explained partially by differences in body size. [34] Parietal cells have receptors for several stimulants of acid secretion and these cells possess a specific hydrogen potassium-ATPase enzyme (proton pump), which is responsible for the exchange of H + for K + ions across the apical surface of the parietal cells. The final process of acid transport per se rests with this enzyme. Three distinct but interdependent pathways deliver chemical messengers that stimulate acid secretion are controlled by the following pathway: the neurocrine pathway, which acts through the transmitters such as acetylcholine. The paracrine pathway delivers tissue factors, such as histamine from enterochromaffin-like cells. The endocrine pathway delivers hormones such as gastrin from antral G-cells. [35] The receptors on the surface of parietal cell include histamine receptor, responding to histamine released from specialized mast cells, receptors that are sensitive to the muscarinic effects of acetylcholine released from the vagus nerve, and probably receptors responsive to endogenouscirculating gastrin. [36] A stimulated receptor modifies the activity of other receptors and at the same time releases an intracellular second messenger. Calcium ions and cyclic AMP are the principal second messengers, and these in turn activate the gastric proton pump situated near the luminal apex of the parietal cell. [37] ETIOLOGY The major observation regarding PU diseases is due to casual intake of NSAIDs, H. pylori infection and other factors which increase the level of acid and pepsin; as a result, they disrupt normal mucosal defense and healing mechanisms. Natural aggressors secreted into the gastric lumen are acid and pepsin. Various studies reveal that the gastroduodenal mucosal barrier is damaged by pepsin under conditions in which it is resistant to acid alone. Pepsin has mucolytic activity and progressively digests the adherent mucus layer at its luminal surface. [38] H. pylori infection plays a crucial role in the pathogenesis of PU disease. More than 95% of patients are suffering from DUs and about 70%-80% of patients with gastric ulcers are H. pylori positive. [39] H. pylori is a Gram-negative, motile, microaerophilic, curved bacillus that is found in the mucus layer overlying the gastric epithelium. [40] In 1981, Marshall and Warren conducted a prospective study of 100 consecutive patients undergoing endoscopy to correlate gastric mucosal biopsy findings with clinical and endoscopy data. In this investigation, they isolated microaerophilic, catalase-positive bacterium. [41] H. pylori infection has been recognized as the primary cause of chronic gastritis and PU disease. [42] In 1994, the United States National Institutes of Health Consensus Development Panel concluded that infection appears to play an important contributory role in the pathogenesis of PUs. [43] Antioxidant enzymes such as catalase, superoxide dismutase, and glutathione level involve in the pathogenesis of ulcer apart from the several factors such as tumor necrosis factor-α, reactive oxygen species, release of histamine, incidence of apoptosis, and bile acid secretion. [44, 45] PGs are capable of promoting inflammation and they also have protective role but sometimes inhibit stomach lining from the protective effect of acid. The NSAIDs block the functioning of COX family which is responsible for the production of PGs which protect the stomach lining. [46] Alcohol consumption also promotes ulcer; acid and gastrin level are increased by fermented alcohol. High dose of alcohol delays emptying and slows down bowel motility. [47] Other causes of ulcers can result in direct damage to the wall of the stomach or duodenum such as radiation therapy, burns, physical injury, smoking, stress, and lifestyle. [48] [49] [50] Some published researches indicate that the chances of H. pylori grown might be more in diabetic and obese patients with disturbed glucose function compared to normal people, and it was suggested that disturbance in glucose function may promote the H. pylori colonization due to changes in chemical level. Some other evidences explain that diabetic patients have low immune power so that they are more prone to H. pylori infection, but correlation between diabetes and H. pylori is not much more cleared. [51] [52] [53] [54] [55] [56] 
HISTORY OF PEPTIC ULCER
Indigestion and heartburn have been described for thousands of years, but it was only in the 16 th century that the disease PU was established by autopsy. One of the first autopsy-proven pyloric PUs was studied in 1586 by Donatus of Mantua. Bauhin, in 1679, concluded that inflammation of the stomach led to a gastric ulcer which then ruptured. The first known gastric hemorrhage was reported in 1704. [57] The first classification of stomach diseases came in 1793 from Matthew Baillie, with clear descriptions of acute inflammation (arsenic), trichobezoar, ulcer, perforation, pyloric stenosis, scirrhous, and ulcerated cancer. In 1817, patients with perforated gastric ulcer were reported in Dublin by Crampton and patients with perforated DU were reported in London by Travers, who also noted bleeding, stenosing, and penetrating gastric ulcers. [58] [59] [60] The first epidemiological study on PU in North India was conducted in 1963. [61] Complications of PU disease including perforation, bleeding and obstruction, occur in up to 20% of cases; overall, gastric outlet obstruction may affect 5%-12% of PU patients. [62] Johnson and Ellis noted that PU disease was the origin of obstruction in 62% of patients from 1962 to 1975 and in 45% of patients from 1975 to 1985. [63] Gibson et al. investigated that only 33% of patients in their series with PU disease and outlet obstruction were H. pylori positive. [64] The annual incidence of gastric ulcers varies from approximately 1 case per 1000 population in Japan to 1.5 cases per 1000 population in Norway to 2.7 cases per 1000 population in Scotland. [65] Commonly, the ratio of DU to gastric ulcer varies with place and time. In most countries, DUs are about three times more common than gastric ulcers, but gastric ulcers are more common in some locations such as Japan, Sri Lanka, Andes and some islands of northern parts of Norway. [66] 
MISCELLANEOUS PATHOGENETIC FACTORS AND NONPHARMACOLOGIC STRATEGY FOR ULCER TREATMENT

Cigarette smoking
Cigarette smoking has been implicated in the pathogenesis of PU disease (PUD). Not only have smokers been found to have ulcers more frequently than do nonsmokers, but also smoking appears to decrease healing rates, impairs response to therapy, and increases ulcer-related complications such as perforation. The mechanism responsible for increased ulcer diathesis in smokers is unknown. Some theories like altered gastric emptying, decreased proximal duodenal bicarbonate production, increased risk for H. pylori infection and cigarette-induced generation of noxious mucosal-free radicals play a important role in development of PU. Acid secretion is not abnormal in smokers. Despite these interesting theories, a unifying mechanism for cigarette-induced PU diathesis has not been established. [67, 68] 
Emotional factor
Emotional disturbance due to stress in the pathogenesis of PU disease cannot be ignored. [69, 70] Emotional stress has been thought to contribute to PUD, but studies examining the role of psychological factors in its pathogenesis have generated conflicting results. Although PUD is associated with certain personality traits (neuroticism), these same traits are also present in individuals with nonulcer dyspepsia and other functional and organic disorders. Although more work in this area is needed, no typical PUD personality has been found. It has also been well reported that people who work in night shifts have a frequently higher incidence of ulcers than day workers. [71] 
Role of other diseases
Ulcer may be associated with adenocarcinoma, signet ring carcinoma, leiomyosarcoma, lymphoma, and other neoplasms. Rarer causes of gastric ulcer include Crohn's disease (which manifests in the stomach or duodenum in <5% of cases), sarcoidosis, eosinophilic gastritis, fungal infections, secondary syphilis, and tuberculosis. The risk of an infectious etiology for gastric ulcer is significantly increased in immunocompromised patients (HIV, posttransplantation). [72] 
Dietary factors
Various types of food stimulate mucosal defense factors in experimental models. [73] The incidence of PUD has decreased due to increase in the use of dietary essential fatty acids since the beginning of the 20 th century. [74] Intake and handling of rice in various areas of the world may also explain peptic ulceration, as fresh rice oil in animal experiments protects against gastric ulceration, but stored oil is ulcerogenic. [75] Salt increases mortality from gastric ulcer but not DU. [76] Diet has also been thought to play a role in peptic diseases. Certain foods can cause dyspepsia, but no convincing studies indicate an association between ulcer formation and a specific diet. Alcohol is a known mucosal irritant; it causes marked irritation of the gastric mucosa. The only association between alcohol intake and ulcer disease exists in patients with portal cirrhosis. Coffee in both forms, regular and decaffeinated, contains peptides that stimulate the release of gastrin, a hormone that triggers the flow of gastric juice. Dietary fiber may be protective, as found in Swedish-Norwegian study, in which DUs relapsed more quickly on a low-fiber diet than on a bran-supplemented diet. [77] Milk, on the other hand, seems to have an adverse effect on the healing rate of DUs. [78] Duodenal ulceration is generally rare in areas of the world where the intake of dietary fiber in the form of unrefined wheat is the staple carbohydrate food eaten. [79] In 1978, Malhotra found that the rate of recurrence of duodenal ulceration was significantly lower in patients eating unrefined wheat compared to when they were on their previous more refined rice diet. [80] Consequently, both animal studies as well as studies in human beings show that a diet rich in fiber protects the GIT against the development of peptic ulceration.
Uses of NSAIDs
Decreasing the protective mucosal endogenous PGs and intestinal mucus, disrupting the intercellular junctions which lead to infiltration of enterobacteria, viruses and NSAIDs affects permeability and intestinal motility on gastroduodenal layers which result PU generation. Consequently, all these factors lead to penetration of bile acid, proteolytic enzymes, intestinal bacteria, and toxins causing epithelial cell damage and hence ulceration. Proton pump inhibitors (PPIs) increase heme oxygenase protein (HO-1) in the intestinal mucosa which is useful helpful in developing and proliferating the tissues.
It also inhibits inflammatory cytokines and neutrophil activation. [81] NSAID-induced ulcers develop in achlorhydric individuals, which has contributed to a widely held belief that acid is not involved in the pathogenesis of these lesions. [82] Thus, the prevention Environmental Disease | Volume 2 | Issue 3 | July-September 2017 of NSAID-related gastropathy is an important clinical issue, and therapeutic strategies for both the primary and secondary prevention of adverse events are continually evolving. [83] Further reinforcing this hypothesis, there are several studies demonstrating that treatment with histamine H 2 -receptor antagonists did not reduce the incidence of NSAID-induced ulceration. [84] 
Probiotics
Probiotics are live microorganisms, which could interact with the GI upon administration. [85] They are widely used as functional foods, which have been advocated for the maintenance of GI microflora equilibrium and treatment of GI disorders. [86] Probiotics consist of Saccharomyces boulardii yeast or lactic acid bacteria, for example, Lactobacillus and Bifidobacterium species. [87] The importance of using protmics came from their abilities to eradicate H. pylori and their notable role in the exaggeration effect of multiple antibiotic regimens used for the H. pylori infection. The sulforaphane, an isothiocyanate abundant as its glucosinolate precursor present in certain varieties of broccoli and broccoli sprouts. This compound specifically is enriched in broccoli sprouts, inhibits extracellular, intracellular, and antibiotic-resistant strains of H. pylori and prevents benzopyrene-induced gastric tumors. [87, 88] 
Genetic factors
Genetic predisposition has also been considered to play a role in ulcer development. First-degree relatives of DU patients are three times as likely to develop an ulcer; however, the potential role of H. pylori infection in contacts is a major consideration. Increased frequency of blood group "O" and the nonsecretor status have also been implicated as genetic risk factors for peptic diathesis. However, H. pylori preferentially binds to group "O" antigens. Therefore, the role of genetic predisposition in common PUD has not been established. [89] 
Advanced age
Degeneration of pylorus permits bile reflux into the stomach, creating an environment that favors ulcer formation. Although there is no "antiulcer diet, " the patient should avoid foods and beverages (e.g., spicy foods, caffeine, and alcohol) that cause dyspepsia or that exacerbate ulcer symptoms. [90] 
NUTRITIONAL CARE IN PEPTIC ULCER DISEASE
Calorie distribution for patients with PU should be normal, with values ranging from 50%-60% of carbohydrates, 10%-15% of proteins, and 25%-30% of lipids, with total energy value sufficient to maintain or recover the nutritional status. [91] Calorie distribution should be adjusted according to the patient's needs to normalize the nutritional status, having as recommended macronutrients a protein intake of up to 1.2 g/kg/weight/day in the acute stage of PU (5 th -8 th week) and up to 1.5 g/kg/weight/day in the recovery stage of PU. [92] To accelerate the healing process, in addition to protein, there are specific micronutrients such as zinc, which is essential to maintain the immune system function, as a response to oxidative stress, and to heal wounds. [93] Selenium may reduce infectious complications and improve healing. [94] In addition, Vitamin A may be used as a supplement, but research that supports this practice is of limited effectiveness, because very high dosages do not promote cure, and excessive intake may be toxic. [95] Today, milk is not recommended due to the buffering effect and the significant gastric acid secretion effect. [96] Treatment strategies of peptic ulcer Allopathic treatment of PU, pharmacology of antiulcer drugs, and home remedies for PU are listed in Tables 1-3 respectively. [97, 98] 
OTHER APPROACHES
According to the American College of Gastroenterology, therapeutic strategies for first-line treatment for H pylori infection are as follows: [99, 100] 1. Bismuth quadruple therapy (bismuth + PPI + tetracycline + nitroimidazole) for 10-14 days, especially for patients who are allergic to penicillin 2. PPI + clarithromycin + amoxicillin + nitroimidazole for 10-14 days 3. PPI and amoxicillin, followed by 5-7 days with clarithromycin, a PPI and a nitroimidazole (conditional recommendation) 4. 7 days of a hybrid therapy with a PPI and amoxicillin, followed by 7 days with a PPI, amoxicillin, clarithromycin, and a nitroimidazole (conditional recommendation) 5. 10-14 days of levofloxacin triple therapy (levofloxacin, a PPI and amoxicillin) (conditional recommendation) 6. (suggested option) 5-7 days of fluoroquinolone sequential therapy (a PPI and amoxicillin), followed by 5-7 days of a PPI, fluoroquinolone, and nitroimidazole (conditional recommendation) 
Endoscopy must be performed in patients aged
>45-50 years and if the patients are associated with symptoms such as dysphagia, recurrent vomiting, weight loss and bleeding. Age is an independent risk factor for the incidence and mortality from bleeding PU, with the risk increasing in persons older than 65 years and increasing further in those older than 75 years 8. A large international study demonstrated that, following successful endoscopic hemostasis for Forrest IB (oozing) PU bleeding, the risk of rebleeding at 72 h was very low (4.9%) compared with other stigmata of recent hemorrhage, but was similar to that for patients treated with esomeprazole (5.4%) and placebo (4.9%). [101] 
PRECAUTIONS DURING PEPTIC ULCER
Taking meal on time
It is very important for ulcer patients to take all meals on time and avoid snacking at odd times of the day between meals. Stomach acid is produced in response to food in order to digest it. Eating on time tunes the body into releasing the right amount of digestive juice at the right time. On the other hand, eating at odd times, such as between the meals, leads to overproduction of stomach acid. Therefore, ulcer patients are advised to take care of their meal timings and avoid cravings. [102] 
Strictly avoid caffeine and alcohol
Caffeine is a popular stimulant found in a wide variety of food items. The highest content of the compound is found in tea, coffee, and chocolate. Patients with ulcer are advised to avoid taking caffeine since it aggravates pain in case of stomach ulcer. Excessive intake of this compound also causes acid reflux and heartburn, both of which are painful symptoms associated with the disease. Therefore, to prevent this extreme discomfort, ulcer patients should cut down their intake of food items and beverages which contain caffeine. At the onset of the disease, caffeine intake should be completely avoided for a couple of months. As the condition improves through medication, patients may enjoy a cup of coffee or tea in a day or small amounts of other food items containing caffeine. Individuals suffering from stomach ulcer should completely give up alcohol. It stimulates the production of acid in the stomach, thereby causing more damage to the stomach walls and increasing the associated pain. Alcohol may not cause any discomfort right away. However, patients mostly notice the effect around a day after the intake of alcohol. Therefore, it can lead to long-term damage unless ulcer patients completely give up their intake of alcoholic beverages. Stomach ulcer is caused when the walls of the stomach are damaged due to excessive production of acidic digestive juices. Individuals suffering from this condition experience multiple symptoms including abdominal pain, vomiting, indigestion, loss of appetite, and gradual weight loss. Although this damage is irreversible, the pain and associated discomfort can be alleviated through proper medication, a special diet, and certain precautions. [103] 
Avoid hot spices
Although spicy food may not cause ulcers, it does aggravate the pain. Strong spices, such as red chilies, curry powder, mustard, and black pepper, should therefore be avoided. Hot, spicy meals can lead to acid reflux and indigestion which can be very painful for the sufferers of stomach ulcer. The condition can become worse despite ongoing treatment and medications. Therefore, it is advised to reduce the content of strong spices during the preparation of meals for the victims of this disease. [102] 
Reduce salt intake
There is evidence that people with a H. pylori infection who have a high salt intake are at greater risk of developing stomach cancer. Try using seaweed instead of salt to provide flavor. Foods commonly high in sodium include canned soup, tortilla chips, potato/corn chips, salted nuts, salted meats (e.g., bacon), blue cheese, and cornflakes. There can also be a lot of hidden salt in soy sauce, pickled vegetables, some preserved or canned vegetables, packaged and processed foods, and preprepared meals. Read the labels and choose low-sodium varieties. [104] 
Avoid chewing gum
The process of chewing food is known as mastication in scientific language. This process stimulates the production of gastric juices for the digestion of food as it passes down the alimentary canal. Chewing gum produces the same effect by leading to the production of stomach acid. However, since there is no food to digest, the acid damages the walls of the stomach. Therefore, the act of chewing gum can lead to the formation of ulcers and make the already existing condition worse. The patients of ulcer must avoid chewing gum, especially on an empty stomach when there is no food at all for digestion. [102] Avoid fatty food It is very important to maintain the overall health of the digestive system to avoid further complications in the case of stomach ulcer. Food items which stimulate the overproduction of digestive juice should be avoided. At the top of the list are fatty foods. In addition, food with a high content of simple sugars should also be avoided. Therefore, ulcer patients have to give up their love for junk food. Stay away from fried snacks, sugary delights, and fatty meals at all costs. [102] Alleviate stress Stress may not be a cause of the disease, but it has been linked to increased discomfort and pain. Individuals who face mental stress and excessive physical exertion in their daily life experience a slower healing time. Due to this reason, ulcer patients must find a way for reducing their level of stress. Practicing yoga, indulging in a good book, or spending quality time with family are just a few of the ways through which one can alleviate mental stress and get a break from the hectic day-to-day routine. [102] Avoid milk It has long been believed that milk helps in healing ulcer since it alleviates the associated pain. However, milk soothes the pain only for the time being as it coats the lining of the digestive tract. In fact, it leads to more damage and pain since it stimulates the secretion of digestive juices. Ulcer patients should not, therefore, turn to a glass of milk to relieve their pain. [102] 
Follow the right dietary plan
A specific stomach ulcer diet and precautions can help patients fight the pain and discomfort effectively. Have a look at the following discussion to know about the right foods which can help in healing and alleviating painful symptoms of stomach ulcer. Antioxidants such as Vitamin C and β-carotene also help in the protection of the lining of the stomach and intestine. Foods high in these antioxidants include carrots, cabbage, apples, and kiwi fruit. However, avoid citrus fruits despite their high Vitamin C content since they are high in acid which can cause more pain and discomfort. Vitamin E promotes the healing of the damaged lining of the digestive tract and helps in treating stomach ulcer. Food substances with a high content of Vitamin E include avocado, hazelnut, sunflower seed oil, and wheat germ. An intake of high fiber diet promotes the formation of mucin. The layer of mucin protects the walls of the digestive tract against acid damage. Therefore, eating fruits, vegetables, and whole-meal bread and cereals will help heal stomach ulcers. Turn to a healthy source of protein, such as tofu, legumes, beans, and poultry, with the layers of fat and skin removed. Protein will help in maintaining the overall health of ulcer patients who have to eliminate quite a large number of food items from their dietary plan. [102] Herbal treatment for peptic ulcer There are plenty of plants which have antiulcer property as listed in Table 4 . [105] [106] [107] [108] [109] [110] [111] [112] [113] [114] [115] [116] [117] [118] 
CONCLUSION
India ranked 5 th worldwide in age-adjusted death rate due to PU. There are several treatment strategies to treat PU, but herbal-based cure may exhibit better option than synthetic one. Natural/herbal medicines provide a favorable environment in the management, treatment, or healing of PU. The application of natural things in daily food can easily control PU such as vitamins. It can be concluded that, by controlling causes that improving the lifestyle, food habits etc and inclusion of herbal plants or herbs in daily diet may reduce the occurrence of disease which in turn decreases the death rate due to PU. Acknowledgement I would like to express my hearty thanks to Dr. Manjul Pratap Singh, Sr. Assistant Professor, School of Pharmacy, BBD University, Lucknow, for gave me research oriented advises, as a guide always promote me for my better future and made this paper possible.
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